Introduction
Insomnia can be formulated as an anxiety-related disorder in which the anxious thoughts and feelings pertain to sleep itself (Baglioni et al., 2010a (Baglioni et al., , 2014 . However, more general emotional dysregulation is also common in insomnia as reflected in personality variables (van de Laar et al., 2010) such as a tendency to internalize conflict (Kales et al., 1983) as well as the high comorbidity with mood and anxiety disorders (Alvaro et al., 2013; Baglioni et al., 2011; Riemann, 2007; Stepanski and Rybarczyk, 2006) . Such findings have led to the suggestion that emotional reactivity is both a risk and a perpetuating factor for the development of chronic insomnia (Baglioni et al., 2010b; Espie, 2002) . Contributing to this emotional dysregulation is now well-replicated evidence for chronic hyperarousal in insomnia (Riemann et al., 2010) manifested in peripheral (Bonnet and Arand, 2010) and central (Kay et al., 2016; Nofzinger et al., 2004) physiology (albeit to a lesser extent) as well as in cognitive style (e.g., rumination, neuroticism, anxious attentiveness) (Fernandez-Mendoza et al., 2010; Harvey, 2002) and sensitivity of sleep quality to acute stress (Drake et al., 2011) . Primary Insomnia (PI) can therefore be considered as a neuropsychiatric syndrome with affective, behavioral and cognitive maladaptive dimensions, in addition to autonomic changes. In the current study, we show that, in PI, resting state functional connectivity (rsFC) between the left amygdala and a key emotion regulatory area in the rostral anterior cingulate cortex (rACC) is intermediate between what is seen in healthy, good sleepers (GS) and individuals with Generalized Anxiety Disorder (GAD).
Disrupted sleep is increasingly viewed as a causative contributing factor in the development of psychiatric conditions, and not just a symptom common to mood and anxiety disorders (Harvey, 2011; PaceSchott et al., 2015b) . Although a number of studies suggest that anxiety disorders most often precede or emerge simultaneously with insomnia (Johnson et al., 2006; Ohayon and Roth, 2003) , for a significant number of individuals, preexisting insomnia also increases the odds of incident anxiety disorders (Breslau et al., 1996; Ford and Kamerow, 1989) . For example, in a large European sample, insomnia was present before the onset of anxiety disorders in 18% of those with first-episode anxiety disorders and 23.2% of those with recurrent anxiety. Addition-
